INTRODUCTION
The development of graft-versus-host reactions (GVHR) depends on a special set of requirements each of which has the status of conditio sine qua non (for a review, see Bril and Benner, 1985; Parkman, 1989) . First the chorioallantoic membrane or by injecting them intravenously (Simonsen, 1957 (Simonsen, , 1962 Seto and Albright, 1965; D6sveaux-Chabrol and DieterlenLi/vre, 1987; D(sveaux-Chabrol et al., 1989) . The latter procedure entails a systemic response whose most spectacular manifestation is splenomegaly, that is, an easily quantifiable increase of splenic mass.
Extensive studies have been carried out on the T-cell subsets required to trigger the reaction in the mammalian adult GVHR model (Gleichman et al., 1984; Korngold and Sprent, 1985; Sprent et al., 1990 ). In this model, the GVHR usually develops in an irradiated animal, whose own responding cells .have been largely eradicated. On the other hand, in the avian embryonic model,, host ceils proliferate actively especially in the early phase of the reaction, as shown earlier using sex chromosomes as markers (Owen et al., 1965; Seto and Albright, 1965; McBride, 1966; Nisbet and 'Simonsen, 1967) . Precocious immunological maturation of the host immune system in serial transfer experiments was hypothesized to occur under the influence of allogeneic cells Lafferty et al., 1972; Simonsen, 1985) . In these studies however, subpopulations of host and donor cells were not investigated for the want of specific markers, so that the, enlarged spleen remained largely a black box. We recently showed by means of a pan T-cell monoclonal antibody (mAb) (Yassine et al., 1989) that the T-cell population became amplified by a factor of 10 or more in the spleens of embryos undergoing a GVHR Sowder et al., 1988 ; TCR2 a/ /J TCR, Chen et al., 1988) or invariant (CD3, Chen et al., 1986 ) components of the CD3/TCR complex, as well as the distribution of CD4, CD8 , and IL-2-receptor (IL-2R) light chains (CD25, Mr=50 kD, Hala et al., 1986; Schauenstein et al., 1988) . Using these mAbs in conjunction with alloantisera, we evaluated the relative contribution of donor and recipient in an attempt to determine to which extent specific and nonspecific phenomena are involved in GVHR-induced splenomegaly.
RESULTS
Relative Contribution of Donor and Host Ceils to Splenomegaly As depicted in Fig. 1 (Penninger et al., 1989 (Penninger et al., , 1990 .
To summarize, the data reported here point to a significant donor as well as host contribution to qF double staining followed by microscope counting and cell-sorter GVHR in the chicken embryo and reveal the existanalysis were applied to splenocytes from E20 embryos undergoing GVHR.
ence of specific and nonspecific components in bND=ntdetermined" splenomegaly development. It should indeed be emphasized that about 80% of white blood cells activated and start proliferating in response to present in the enlarged spleens do not seem to allogeneic antigens, mainly MHC determinants, once belong to the lymphoid population. The embryo they become expressed during ontogeny. Because challenged with an IL-2 stimulation appears to the expression of Class II MHC antigen precedes respond by amplifying the cell types present at that that of Class I, the latter being detectable only time, that is, CD8+ cells and cells that are probably shortly before hatching (Kroemer et al., 1990) (Bucy et al., 1989 (Bucy et al., , 1990 (Penninger et al., 1989) , that is, a murine mAb that neither binds chicken complement After mechanical dissociation of the embryonic nor exerts direct toxic effects (Schauenstein et CT4 (specific for CD4, Chan et al., 1988) , CT8 (CD8, Chan et al., 1988) , TCR1 (y/ TCR, Sowder et al., 1988;  kindly, provided by Dr. Max Cooper), TCR2 (c//J TCR, Chen et al., 1988;  gift from Dr. Cihak), 319D-3 
